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摘 要：【目的】探讨辛伐他汀抑制糖基化终产物损伤血小板功能的机制。【方法】首先提取正常人血小板作为研究对象并随
机分为4组进行对比研究：对照组、辛伐他汀（50 μmol/L）组、糖基化终产物（advanced glycation ends products, AGEs）（200 mg/L）
组以及辛伐他汀（50 μmol/L）和AGEs（200 mg/L）共同作用组。在实验中分别检测3个重要指标，包括血小板功能、一氧化氮






Effect of simvastatin on the function of platelet damaged by advanced glycation end
products
LI Wei，LIU Yuan，YU Lin-qi (Outpatient department of PLA university of science and technology, Nanjing 211101, China)
Abstract:【Objective】 To investigate the mechanism of simvastatin to inhibit the function of platelet damaged by advanced
glycation end products (AGEs).【Methods】Normal platelets were employed and sorted into four groups: control group, simvastatin
group（50 mmol/L）, AGEs as treatment agent（200 mg/L）group and simvasatatin（50 mmol/L）plus AGEs（200 mg/L）group. Three
important factors, including the function of platelets, the concentration of NO and the content of cGMP, were recorded in the
experiment. The phosphorylation and protein expression of eNOS were measured with western blotting.【Results】The experimental
results showed that simvastatin not only effectively inhibited the activation of AGEs on platelets, but also displayed high capability
of inhibiting AGEs from reducing NO release and cGMP content. The western blotting results indicated that simvastatin inhibited
AGEs from reducing eNOS as well.【Conculsion】The inhibiting effect of simvastatin on the activation of AGEs to platelets may be
achieved via NO/cGMP route.
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2型糖尿病会导致脂质代谢紊乱，动脉粥样硬
化是其主要并发症。目前研究认为糖基化终产物
（advanced glycation end products，AGEs）参与了2型
糖尿病动脉粥样硬化的发生发展[1]。他汀类药物是
调脂的一线药物，主要通过抑制3-羟基-3-甲基戊
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的制备: 晨抽取肘正中静脉血30 ml, 置塑料离心管,
按体积比9: 1 加入3.8% 的枸橼酸钠, 1 200 r/min 离
心8 min后, 其上清液即富血小板血浆。（3）纯化血
小板悬液的制备: 取Sepharose CLB 凝胶贮存液置血
小板分离柱中, 双蒸水及中性NO缓冲液(含NaCl
140 mmol/L, KCl 5.4 mmol/L, MgCl2 0.5 mmol/L, CaCl2





















剂50 mmol/L ADP。4组终液体量约为250 μL，不足
者用生理盐水补齐，描记5 min聚集曲线，记录最大
血小板聚集率。
1.2.4 还原法检测NO含量：全血静置2 h 后取上清
至聚丙烯管中, -20℃冷藏备用。NO 含量以每g 蛋
白中的μmol 表示。具体步骤参见试剂盒说明。










1.2.7 统计学方法：数据均采用SPSS 13.0 统计软件
分析。全部数据以􀱽±s表示, 组间比较采用t 检验，









AGEs 组（P < 0.05），说明辛伐他汀能有效的抑制
AGEs所诱导的血小板聚集。见图1。
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①：与对照组比较，P < 0.05；②：与AGEs组比较，P < 0.05
图3 各组血小板cGMP浓度数据分析图
























































对照组 辛伐他汀 AGEs 辛伐他汀+AGEs
①
②






















①：与对照组比较，P < 0.05；②：与AGEs组比较，P < 0.05
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